Frontotemporal lobar degeneration (FTLD) is a neurodegenerative disorder, a major subset of which is characterized by the accumulation of abnormal forms of the protein tau, leading to impairments in motor functions as well as language and behavioral alterations. Tau58-2/B mice express human tau with the P301S mutation found in familial forms of FTLD in neurons. By assessing three age cohorts of Tau58-2/B mice in a comprehensive behavioral test battery, we found that the tauopathy animals showed age-dependent signs of impulsivity, decreased social exploration and executive dysfunction. The deficit in executive function was first limited to decreased spatial working memory, but with aging this was extended to impaired instrumental short-term memory. Tau pathology was prominent in brain regions underlying these behaviors. Thus, Tau-58-2/B mice recapitulate neurological deficits of the behavioral variant of frontotemporal dementia (bvFTD), presenting them as a suitable model to test therapeutic interventions for the amelioration of this variant.
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Introduction
Frontotemporal lobar degeneration (FTLD) is characterized by atrophy of the frontal and temporal lobes and deposition of abnormal protein aggregates in these areas (Galimberti & Scarpini, 2010; Rademakers, Neumann, & Mackenzie, 2012; Sieben et al., 2012) . Common proteinopathies involve the accumulation of tau, a protein that under physiological conditions is mainly localized to the axon of mature neurons where it binds to and stabilizes microtubules; however, tau has also been found in the dendritic compartment where the protein has a role in targeting the kinase Fyn to the dendritic spines (Ittner et al., 2010) . Under pathological conditions such as FTLD, tau becomes hyperphosphorylated and forms filaments that eventually form microscopic lesions known as neurofibrillary tangles (NFTs) (Ittner et al., 2015) .
FTLD has been difficult to diagnose due to the heterogeneity of the associated symptoms, which affect behavior, language and cognition (Bigio, 2013; Mendez, 2004; Seltman & Matthews, 2012) . Clinically, the three syndromes associated with FTLD are jointly classified as frontotemporal dementia (FTD) and include behavioral variant frontotemporal dementia (bvFTD) that affects social skills, emotions, personal conduct, and self-awareness, and two language variants, primary progressive aphasia (PPA) and semantic dementia (SD) (Hodges et al., 2004) . More specifically, bvFTD presents with changes in social behavior and conduct, such as loss of social awareness and social withdrawal, restlessness and poor impulse control leading to compulsive behaviors including stereotyped hair-pulling and skin picking (Eslinger, Moore, Anderson, & Grossman, 2011; Lindau et al., 2000; Mendez & Perryman, 2002; Pressman & Miller, 2014; Snowden et al., 2001 Snowden et al., , 2003 . At later stages, patients develop deficits in executive function: they have problems planning, coordinating and executing simple tasks (Harciarek & Cosentino, 2013; Huey et al., 2009; Johns et al., 2009; Moy et al., 2004; Stopford, Thompson, Neary, Richardson, & Snowden, 2012) . The clinical features can be complicated by motor neuron signs, parkinsonism, and gait disturbances, with some patients developing motor problems resulting from motor neuron pathology (Devenney, Vucic, Hodges, & Kiernan, 2015; Merrilees, Klapper, Murphy, Lomen-Hoerth, & Miller, 2010) . FTD is the second most common type of presenile dementia and the fourth most common type of senile dementia, although it is among the more costly due to its symptom characteristics (Neary, Snowden, & Mann, 2005; Seltman & Matthews, 2012) .
To elucidate the contribution of hyperphosphorylated tau pathology to the behavioral manifestations and cognitive deficits
